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Abstract 8 
Deoxynivalenol (DON) is one of the highest occurring mycotoxin of Fusarium species. Its 9 
presence in cereal-based infant foods is extremely undesirable, especially considering the 10 
increased sensitivity of this population group to toxins. There are various studies on the 11 
influence of processing operations on DON and its conjugated levels in raw materials, 12 
however there is no available publication on baby food production process impact on DON. 13 
According to the available studies on the occurrence of DON and its conjugates in cereal-14 
based infant food, it often occurs above the legally allowed limit, thus there is a need to study 15 
the influence of production processes on its evolution from raw materials to the final product. 16 
The available studies suggest that there are two production steps with a significant impact on 17 
DON concentration, namely enzymatic hydrolysis, which leads to its increase due to the 18 
release of the toxin from the cereal matrix, and drum drying, which might decrease DON 19 
concentration thanks to the high temperatures employed and highly efficient temperature 20 
penetration into the product.  21 
Keywords: Deoxynivalenol, cereal-based baby food, processing, deoxynivalenol-3-22 
glucoside, amylases.  23 
Highlights 24 
- DON is the most occurring Fusarium mycotoxin in oats, wheat and barley. 25 
- DON levels in several cereal-based baby food exceeding legal limits were found. 26 
- Cereal species and nature of contamination define the efficacy of DON reduction. 27 
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- Enzymatic hydrolysis lead to an increase in DON levels. 28 
- Drum drying may result in a decrease in DON concentration.  29 
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1. Introduction 45 
Nowadays, cereals are the most important source of energy worldwide, with approximately 46 
30 % of daily calories being derived from cereals in the developed countries, reaching more 47 
than 60 and 80 % in the developing and poor countries, respectively (Awika, 2011). 48 
Nevertheless, cereals are not consumed directly, usually being processed to obtain various 49 
foodstuff and ingredients (e.g. sweeteners). Cereal-based foods are one of the most important 50 
contributors to human exposure to mycotoxins (toxic secondary fungal metabolites inducing 51 
both acute and chronic exposure symptoms) (De Boevre, Di Mavungu, Landschoot, et al., 52 
2012; Zinedine, Soriano, Moltó, & Mañes, 2007), deoxynivalenol (DON) being the most 53 
common contaminant. DON is produced by Fusarium graminearum and F. culmorum, both 54 
implicated in FHB disease (Fusarium Head Blight) in cereal crops, especially oats, barley, 55 
wheat and maize (Tanaka et al., 1988). DON was not classified as carcinogenic by IARC 56 
(International Agency for Cancer Research), nevertheless studies in various animal species 57 
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proved its teratogenicity, cytotoxicity, genotoxicity and immunotoxicity as a results of a 58 
chronic exposure, and nausea, vomiting and food rejection in the case of an acute exposure 59 
(Sobrova et al., 2010). Besides all, it is highly thermostable, withstanding temperatures 60 
between 170 and 350 ºC (no reduction observed after 30 min at 170 ºC treatment) (Wolf & 61 
Bullerman, 1998) .  62 
Considering the abovementioned DON toxicity, the concern regarding this toxin has 63 
increased with the discovery of its major modified forms, namely deoxynivalenol-3-glucoside 64 
(DON-3-Glc) and 3- and 15-acetyldeoxynivalenol (3 and 15Ac-DON) (Rychlik et al., 2014). 65 
Each of these metabolites has its source of formation: DON-3-Glc is a result of plant 66 
detoxification strategy (Lemmens et al., 2005) and 3- and 15Ac-DON are synthetized by the 67 
fungus  to protect itself from its own toxins ( Berthiller et al., 2013). Figure 1 represents the 68 
major mechanisms that cereal plants use to protect themselves from the pathogen. The 69 
toxicity of the modified forms is lower compared to the parental form, however human and 70 
animal digestion may lead to their conversion back into DON or to the formation of other 71 
metabolised forms which proves their contribution to the exposure (Berthiller et al., 2011). A 72 
co-occurrence of DON and its metabolites was repeatedly identified in cereal commodities 73 
(Bryła et al., 2016; De Boevre, Mavungu et al., 2012; Uhlig et al., 2013), however the 74 
existing legislation has not yet defined maximum acceptable levels for those mycotoxins in 75 
food products. The available studies for cytotoxicity prove that in order of decreasing toxicity 76 
DON is followed by 15-Ac-DON, 3-Ac-DON and de-epoxy-deoxynivalenol (DOM-1), 77 
nonetheless more investigation is needed to better evaluate the consequences of their 78 
metabolism (Dänicke & Brezina, 2013).  79 
Infants and young children´s diet is mainly restricted to cereal-based food. European 80 
Commission defines processed cereal baby-food and baby foods as food intended for use by 81 
infants (<12 months) when they are weaned and young children (from 1 to 3 years) as a 82 
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supplement to their diet and/or for their progressive adaptation to ordinary food (European 83 
Commission, 2006a). Several recent surveys prove that the mycotoxin problem is also an 84 
issue in this product category (Juan, Raiola, Manes, & Ritieni, 2014; Pereira, Fernandes, & 85 
Cunha, 2015; Ul Hassan et al., 2018). Considering the increased vulnerability to 86 
contaminants of this group of population, European Commission establishes the strictest 87 
maximum levels of DON and other mycotoxins allowed in food intended for infants and 88 
young children (200 μg/kg), which is 2.5 fold lower than the maximum level in other cereal-89 
based foodstuff and 8.75 times less than the maximum level of DON allowed in unprocessed 90 
oats, wheat and maize intended for human consumption (European Commission, 2006b). 91 
Although DON is one of the least lethal trichothecenes, its effects in children occur within 92 
hours after the intake (Raiola, Tenore, Manyes, Meca, & Ritieni, 2015).  93 
A review of the available surveys regarding the incidence of DON and its metabolites in 94 
cereals and cereal-based baby foods will be performed in order to complete the study. 95 
Considering the previously published research on the stability of mycotoxins during various 96 
food processing operations (Scudamore, Baillie, Patel, & Edwards, 2007), this review is 97 
aiming to compile the existing information on the transfer of DON and its metabolites during 98 
specific cereal-based baby food production processes, focusing on both chemical and 99 
biochemical changes that might be induced. 100 
2. DON occurrence in cereals intended for food production 101 
A market research on cereal-based baby foods available in the European Union (EU) showed 102 
that the mainly used commodities in this sector are oats, wheat and barley followed by maize, 103 
rye and triticale and, on a lower extent, millet, sorghum and spelt. Very often, these are 104 
coming in formulation of three and more cereals (up to eight cereals), in order to provide a 105 
more complex spectrum of nutrients needed to ensure a correct infant growth. Table 1 106 
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regroups the available information on the occurrence of DON in cereals intended for food 107 
production worldwide.  108 
Usually the studies on mycotoxins incidence in commodities are not only focused on a group 109 
of cereals from a country or region but also on more than one mycotoxin, yet their co-110 
occurrence was frequently proved (Bryła et al., 2016; De Boevre, Di Mavungu, Landschoot, 111 
et al., 2012; Pleadin et al., 2017; Vanheule et al., 2014). The present work was oriented on 112 
studying the occurrence of DON and its metabolites, over the last 25 years, in the cereal 113 
species which are mainly used in baby food industry. There are very few studies searching for 114 
DON metabolites in cereals. The studied metabolites are the ones which are either produced 115 
by the mould itself (3Ac-DON and 15Ac-DON) or the ones which are a result of the plants 116 
activity against the contamination (DON-3-Glc) (Bryła et al., 2016; De Boevre, Di Mavungu, 117 
Landschoot, et al., 2012; Rasmussen et al., 2012; Uhlig et al., 2013; Vanheule et al., 2014).  118 
One of the largest review on DON occurrence in cereals, after Tanaka et al. (1988b), was 119 
performed by Placinta et al. (1999), regrouping the available information on DON 120 
contamination in oats, wheat, barley, maize and rye from 15 countries over a decade. Its 121 
concentration ranged from 4 to 62050 μg/kg, the highest levels being reported in oats from 122 
Norway in 1996’s harvest year.  123 
According to a report published by Eurostat (2017), France is the main producer of cereals in 124 
the EU, accounting for almost a fifth of total EU production in 2016 (18%), followed by 125 
Germany (15.1%), Poland (9.9%) and Spain (8%). However, very limited studies are 126 
available on DON occurrence in France (Tangni, Pussemier, Schneider, & Larondelle, 2013), 127 
wheat presenting the highest DON incidence (145 positive samples from 169 analysed 128 
samples) with a maximum of 3280 μg/kg.  129 
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FHB infection and DON contamination is a function of several factors such as climatic 130 
factors, crop rotation, fungicide application, debris management and tillage practices applied, 131 
variety resistance to FHB, etc. (Blandino et al., 2012). All the above mentioned explains the 132 
differences in DON contamination among countries, different cereal varieties and among 133 
years. In Norway, Finland and Sweden, for example, important spring rainfalls and relatively 134 
warm temperatures during this season would promote the propagation of both F. 135 
graminearum and F. culmorum and mycotoxin formation on cereal crops (Hope, Aldred, & 136 
Magan, 2005). This explains the high DON accumulation showed in the published studies: 137 
maximum 9298 μg/kg of DON in oats in Finland (Hietaniemi et al., 2016), up to 2340 and 138 
22000 μg/kg in oats from Norway and Sweden, respectively (Lindblad, Börjesson, 139 
Hietaniemi, & Elen, 2012); 2240 and 16000 μg/kg of DON in wheat in Finland and Norway, 140 
respectively (Hietaniemi et al., 2016; Hofgaard et al., 2016); 636 and 4752 μg/kg of DON in 141 
barley from Norway and Finland, respectively (Hietaniemi et al., 2016; Uhlig et al., 2013). 142 
Nonetheless, no such important DON accumulation was found in other crops such as maize, 143 
rye and triticale (Table 1), probably because of the differences in fungal ecology 144 
characteristics of these crops (Doohan, Brennan, & Cooke, 2003).   145 
Moreover, differences in DON occurrence and accumulation were observed between organic 146 
and conventional agricultural systems. Nevertheless, from the available literature, it results 147 
that DON accumulation is crop dependent too: in oats, maize and rye from organic 148 
agriculture DON concentration is higher compared to the conventional system but it is the 149 
opposite in the case of wheat and barley (Bernhoft, Clasen, Kristoffersen, & Torp, 2010; 150 
Pleadin et al., 2017).  151 
Many of the works listed in the Table 1 were focused on more than one mycotoxin, however 152 
all of them found DON as the most prevalent product of fungal activity (in almost all the 153 
studies over various years DON positive samples were found in more than 50% of the total 154 
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analysed cereal samples). Studies on DON-3-Glc occurrence in cereals and its fate during 155 
food and feed processing are quite recent (Berthiller et al., 2007). Moreover, the concern 156 
about DON-3-Glc toxic effects on human and animal health is increasing continuously, 157 
which made researchers worldwide to study its occurrence (Bryła et al., 2016; De Boevre, Di 158 
Mavungu, Landschoot, et al., 2012; Rasmussen et al., 2012; Uhlig et al., 2013; Vanheule et 159 
al., 2014) and synthesis pathways in cereals (Berthiller et al., 2007). The levels of DON-3-160 
Glc found are usually lower or similar to DON: a mean of 18 and 51.2 μg/kg of DON-3-Glc 161 
was found in wheat and oats from Belgium, respectively (de Boevre, Mavungu, et al., 2012); 162 
252, 56 and 68 μg/kg in oats, wheat and barley, respectively, from Hungary (Uhlig et al., 163 
2013); 99, 102 and 138 μg/kg of DON-3-Glc in wheat, barley and triticale, respectively, from 164 
Poland (Bryła et al., 2016). Two years after the study performed by De Boevre et al. (2012), 165 
250 and 390 μg/kg of DON-3-Glc in wheat and barley from the same region in Belgium 166 
(Flanders) were found (Vanheule et al., 2014). Interestingly, during these two years a 167 
considerable increase in both average rainfall and average temperature was registered 168 
(Statistica, 2018), which would explain the higher amount of both DON and DON-3-Glc 169 
accumulated (Table 1).  170 
Considering that oats and wheat are the primarily used cereals in baby food production and 171 
that these two commodities, together with barley, are the most susceptible for DON 172 
contamination, a transfer to the final product may take place, especially in the case of a high 173 
contamination level, which would expose these consumers to an important health risk.   174 
3. DON occurrence in cereal-based baby food and food for young children 175 
In Europe, DON maximum allowed levels were applied in baby food, for the first time, in 176 
Soviet Ukraine in 1984 (FAO, 2004; Ministry of Health of the Union of Soviet Socialist 177 
Republics, 1989). The first EU harmonized regulation on mycotoxins in foodstuffs came in 178 
1998, which included several limits for aflatoxins, also containing sampling and analytical 179 
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methods procedures (European Commission, 1998). Only with the European Regulation 180 
1881/2006/EC maximum allowed limits for Fusarium toxins in foods were legislated 181 
(European Commission, 2006b), with its updates and amendments on the following years.   182 
There is a limited number of studies available on the occurrence of DON in cereal-based 183 
baby food, even considering that the EU regulation of DON in this product category is 184 
particularly strict (maximum allowed DON level is 200 μg/kg). Nowadays, available reliable 185 
methods for DON analysis using liquid chromatography coupled with diode array detectors 186 
(DAD) have relatively high limits of detection and quantification (usually around 100 μg/L) 187 
(Sugita-Konishi et al., 2006), and more sensitive techniques are necessary such as mass 188 
spectrometry to increase the accuracy of the analysis, particularly for this product category 189 
(Habler & Rychlik, 2016; Mats Lindblad et al., 2013; A. Malachova, Varga, Schwartz, Krska, 190 
& Berthiller, 2012). Table 2 regroups the available published surveys on DON occurrence in 191 
infant foodstuffs. Maize, wheat, barley and oats are the cereals most susceptible for Fusarium 192 
infestation and DON accumulation in the commodity and the final product (European Food 193 
Safety Authority, 2013). In the present review, it was observed that maize and wheat-based 194 
cereals show not only higher contamination incidence but also present higher levels of 195 
mycotoxins, and in the case of DON incidence, often being close to or overcoming legal 196 
limits: mean DON of 260 μg/kg in barley based cereals from Canada (Lombaert et al., 2003), 197 
mean DON of 103 μg/kg in wheat based cereals from Italy (Juan et al., 2014); mean DON of 198 
131 μg/kg in cereal-based baby food from Spain (Cano-Sancho, Gauchi, Sanchis, Marín, & 199 
Ramos, 2011).  200 
Even considering the abovementioned strict legislation implemented in 2006, there are 201 
studies performed on the following years which found DON contaminated commercial 202 
products overcoming the stipulated limits (Cano-Sancho et al., 2011; Juan et al., 2014; 203 
Pereira et al., 2015; Zhang, Wong, Krynitsky, & Trucksess, 2014). Interestingly, multi-cereal 204 
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infant and young children foods are the ones most frequently encountered as contaminated 205 
above the regulation, moreover in the ones where barley, wheat or maize were the 206 
predominant cereal in the formulation, the highest maximum levels were observed (Juan et 207 
al., 2014; Lombaert et al., 2003). On the contrary, Lu, Ruiz Leal, Míguez, & Fernández-208 
Franzón (2013) did not found any DON contamination in the 57 analysed baby food samples 209 
from the Spanish market. Also, very few surveys encountered or analysed DON-3-Glc, 3- or 210 
15-Ac-DON (Juan et al., 2014; Oueslati, Berrada, Mañes, & Juan, 2018). These studies prove 211 
again the heterogeneity in mycotoxins contamination in cereals over different harvest seasons 212 
(Doohan et al., 2003), and justify the need for a deeper investigation on the effect of 213 
processing on the evolution of grains contamination with DON and its metabolites.  214 
4. Changes of DON levels during cereal-based baby food production process 215 
The production of cereal-based baby foods and food for young children implies the following 216 
main process operations: flour roasting, pre-gelatinization, enzymatic hydrolysis, enzymes 217 
inactivation, drying and packaging (Figure 2). The objective is to obtain a food product 218 
adapted to the particularities of the digestive system of an infant or young child, which has a 219 
limited ability to digest starch. The most frequently used cereals are oats, barley, wheat, rice, 220 
rye, maize and, on a lower extent, millet, sorghum, triticale and spelt. Also, adjuncts might be 221 
added, namely barley or rye malt extracts, maize extracts, quinoa flour, fructo-222 
oligosaccharides (FOS), vitamins and minerals etc., in order to complete or enrich product’s 223 
nutritional value.  224 
4.1 Flour roasting 225 
Roasting consists in increasing flour temperature to the range of 105-120 ºC and maintaining 226 
it from 20 to 40 min. This stage is important in the modulation of organoleptic characteristics 227 
of the flour, leading to caramelization and Maillard reactions. Also, it helps improving flour 228 
dispersibility in water during the next stage (Fernández-Artigas, Guerra-Hernández, & 229 
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García-Villanova, 1999). An important aspect to consider is the change in colour of the flour 230 
under this production step, browning being an undesirable result for cereal-based baby food 231 
products. It is also crucial not to overcome these physical production conditions, yet that a 232 
longer time above 120 ºC might lead to the formation of a carcinogenic compound, 233 
acrylamide, which is proven to be particularly dangerous for children under 2 years old 234 
(Erkekoǧlu & Baydar, 2010).  235 
Only a few studies are available on the occurrence of DON in cereal flour, mainly being 236 
focused on wheat or rye flours used in bakery products industry (Malachova et al., 2011; 237 
Rasmussen, Ghorbani, & Berg, 2003; Schollenberger, Jara, Suchy, Drochner, & Muller, 238 
2002; Škrbić, Živančev, Durišić-Mladenović, & Godula, 2012). Moreover, those studies are 239 
limited in terms of geographical origin of the analysed samples and present a high variability 240 
of the results. One of the largest occurrence study in cereal flours was performed by 241 
Rasmussen et al. (2003). They collected samples of wheat and rye flour from Denmark over 4 242 
years (1998-2001), finding a high incidence of DON contamination with an average level of 243 
114 (85 % positive samples) and 42.5 μg/kg (59 % positive samples) in wheat and rye flour, 244 
respectively. A more recent study in Czech Republic, identified a range of 13 to 320 μg/kg of 245 
DON and 11 to 94 μg/kg of DON-3-Glc in wheat flour (Malachova et al., 2011). In the 246 
abovementioned studies, very few samples were found exceeding the maximum allowed level 247 
of DON in cereal flour (750 μg/kg). Thus, considering the specificity of the contamination 248 
with DON mainly in the outer layers of the kernel and the trend in using whole-grain flours 249 
for its better nutritional properties compared to the white flour, requires more investigation on 250 
mycotoxin occurrence, especially for the products in which flour is used as raw material.  251 
Studies showed a very low DON reduction in roasting cereal flour at temperatures below 180 252 
ºC. Yumbe-Guevara, Imoto, & Yoshizawa (2003) investigated the impact of various 253 
temperature levels between 140 and 220 ºC on DON in standard solution and contaminated 254 
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wheat and barley (whole grains and powder). They found that 8 and 11 min at 220 ºC were 255 
necessary to reduce 50 and 90 % of DON in barley powder, respectively. The first significant 256 
reduction was observed at 180 ºC. Also, toxin reduction in these conditions was higher in 257 
grain powder than in kernels, which led them to the conclusion that heat penetration is an 258 
important factor in the effectiveness of thermal treatment. A similar study performed later 259 
reached quite controversary results, with only 1.7 to 7.6 % reduction after applying a 230 ºC 260 
treatment to wheat flour (Israel-Roming & Avram, 2010). Nonetheless, the authors of the 261 
mentioned study did not specify the duration of the treatment. Considering the parameters for 262 
flour roasting, there is a chance that although lower temperatures are applied, the longer 263 
treatment time could compensate for it, at least, slightly decreasing the level of DON, 264 
however there are no available studies that could prove this statement.  265 
Taking into account the risk of acrylamide formation during flour roasting, this stage may not 266 
be considered as crucial in the case of adoption of a mitigation strategy against DON 267 
contamination, however its possible impact, although small, need to be considered in the 268 
evaluation of DON transfer to the final product. 269 
4.2 Pre-gelatinization and enzymatic hydrolysis 270 
4.2.1 Process description  271 
One of the most important stages in cereal-based baby food production process is enzymatic 272 
hydrolysis. It allows a partial break down of the starch contained in the cereals and facilitates 273 
its assimilation by infants digestion system (Fernández-Artigas et al., 1999). Starch is the 274 
most abundant carbohydrate found in plants, used as source of carbon and energy (Alcázar-275 
Alay & Meireles, 2015). It is formed by two types of polymers: (i) amylose, composed of a 276 
linear chain of α-1,4-glucose units representing from 15 to 30 % of the total starch and (ii) 277 
amylopectin, composed of α-1,4-glycosidic bonds intensively branched in α-1,6 positions 278 
with glucose units (70 to 85% of the starch structure) (Fig. 3) (Martinez & Gómez, 2016). 279 
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The arrangement of these two polymers form a matrix of starch granules alternating 280 
crystalline (amylopectin) and amorphous (amylose) phases. Cereal starches may have 281 
associated other molecules to their structure, such as phospholipids and free fatty acids (0.15 282 
to 0.55%) and proteins (up to 0.6%), which increase the nutritional value of the starch 283 
(Alcázar-Alay & Meireles, 2015). Starch granules have microscopic sizes and a great shape 284 
variability depending on their biological origin (Tester & Sommerville, 2001). Cereal 285 
starches are mainly characterized by the A-type structure (polymerization degree <15), and 286 
B1-type structure (polymerization degree between 15 and 25) (Tester, Karkalas, & Qi, 2004). 287 
Starch is not available to the enzymes without undergoing a pre-gelatinization process (loss 288 
of swelling and crystallinity phase which result in a formation of a gel) (Tako, Tamaki, 289 
Teruya, & Takeda, 2014). The pre-gelatinization would serve two purposes: (i) increase in 290 
starch swelling capacity, solubility and cold water dispersion (Alcázar-Alay & Meireles, 291 
2015) and (ii) facilitate the access of α- and β-amylases to the polymer chains (Martinez & 292 
Gómez, 2016). The process is determined by transition temperatures (the higher the amount 293 
of crystalline structures, the higher the temperatures required for the gelatinization to take 294 
place) and gelatinization enthalpies, specific for each botanical source (Tester & Morrison, 295 
1990). Knowing those characteristics together with the temperature for the optimum 296 
enzymatic activity allow the producer to identify the best setup of technological conditions in 297 
order to minimize energy losses and ensure a more sustainable production. Table 3 regroups 298 
the morphology and transition temperatures for native starches from different common cereal 299 
sources.  In baby food production, pre-gelatinization consists of mixing the roasted cereal 300 
flour with a high amount of water (between 60 and 80%, w/w) and heating the mix between 301 
40 and 70 ºC.  302 
When gelatinization is achieved a mix of α- and β- amylases is added, followed by a 303 
continuous stirring from 10 to 90 min. Amylases are enzymes hydrolysing starch into smaller 304 
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molecules to produce dextrins and other small polymers composed of glucose units. They can 305 
be synthetized from plants, animals or microorganisms. The last source completely replaced 306 
chemical starch hydrolysis in the starch processing industry due to their cost effectiveness, 307 
higher stability, great production yields and ease of process modifications (Gupta, Gigras, 308 
Mohapatra, Goswami, & Chauhan, 2003). Microbial enzymes include fungal and bacterial 309 
amylases. There are two groups of amylases: endoamylases (α-amylase) and exoamylases (β-310 
hydrolases). The α-amylase can be obtained from several bacteria or fungi, bacterial enzyme 311 
being preferred due to a larger spectrum of optimum conditions of temperature (30-50 ºC) 312 
and pH (2 to 12, most of the α-amylases being active within the neutral range) (Martínez & 313 
Gómez, 2016). The mechanism of their action allows to rapidly fragment the poly-glucoside 314 
chain and decrease the viscosity of the paste. The products of their activity (mono- and oligo-315 
saccharides) are very numerous, depending on the nature of the α-amylase active site and on 316 
the biological origin of the starch (Martínez & Gómez, 2016). There are two types of exo-317 
acting hydrolases: β-amylases and glucoamylases. β-amylase activity leads to the formation 318 
of β-maltose and β-limit dextrins of high molecular weight (the distribution of hydrolysation 319 
products of amylopectin is half maltose and half limit dextrins). Glucoamylases are able to 320 
hydrolyse both α-1,4 and α-1,6 bonds of the starch molecule into D-glucose. β-amylases can 321 
be obtained from microbial origins, however the most cost-effective are β-amylases from 322 
plant sources (sweet potatoes, soybean, barley and wheat). Glucoamylases can be also 323 
derived from animal sources besides plants and microorganisms. Their optimum temperature 324 
and pH for activity are 40-60 ºC and 4.9-6.6, respectively (Martínez & Gómez, 2016).  325 
Considering the high diversity and complexity of the product, each producer would establish 326 
the technological parameters in accordance to the cereal species used and the desired degree 327 
of hydrolysis.   328 
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4.2.2 Impact on deoxynivalenol 329 
There are no available studies on the impact of enzymatic hydrolysis on DON during infant 330 
food production process, however the addition of enzymes is common in breadmaking and 331 
brewing processes. Garda-Buffon, Baraj, & Badiale-Furlong (2010) studied the effect of 332 
DON on malt amylase activity (both α- and β-amylases). They found not only an increase in 333 
DON content during mashing but also an impact of its concentration by inhibiting the 334 
enzymatic activity. While observing those effects, DON concentration varied between 146 335 
and 854 ng/g. Moreover, an increase in the enzymatic activity outside of this range (both 336 
below and above) was registered. Simsek, Burgess, Whitney, Gu, & Qian (2012) studied the 337 
evolution of DON concentration in wheat flour, dough and bread, with the addition of α-338 
amylase, cellulase, protease and xylanase during breadmaking. The increase of DON level in 339 
bread compared to the wheat flour was registered together with the decrease of DON-3-Glc 340 
level after baking. Enzymatic activity was found to be the main cause of the increase, 341 
especially the protease and xylanase activity, suggesting the release of DON from the grain 342 
wall matrix. α -amylase was not found to have a significant impact on DON, probably 343 
because of the higher exposure to the toxin of the outer layers of the seed compared to the 344 
endosperm, where starch is stored. This result is not confirmed by the work performed by 345 
Vidal, Ambrosio, Sanchis, Ramos, & Marín (2016), where they identified a significant 346 
increase in DON concentration under amylases activity (10 %), nevertheless confirming that 347 
xylanase activity had a slightly higher impact on the increase in DON concentrations during 348 
the process (15 % increase). Zachariasova, Vaclavikova, Lacina, Vaclavik, & Hajslova 349 
(2012) also suggested a release of DON and its conjugates from starch and dextrins during 350 
the hydrolytic enzymatic activity, however the extent of this release depended on wheat 351 
variety and the mechanism of Fusarium infection.  352 
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In conclusion, previous studies show an increase of DON and DON-3-Glc levels due to 353 
amylase activity, however these studies are limited to certain cereal species (mainly wheat 354 
and barley). Considering the complexity of food matrices and the differences in their 355 
composition, which result in differences in Fusarium infection and, as a result, DON 356 
contamination, more studies are needed in order to complete the knowledge regarding the 357 
evolution of DON levels under hydrolases activity, especially taking into account that infant 358 
food production usually implies the use of a mix of cereals. Also, an interesting object for 359 
study would be identifying if there is a correlation between the progress of starch hydrolysis 360 
by amylases and the change of mycotoxins level.   361 
4.3 Enzymes inactivation 362 
Enzymes inactivation is performed by heating the mass until 105-135 ºC, from 2 to 120 s. 363 
The applied temperature will depend on the biological origin of the enzymes: bacterial are the 364 
most thermostable, then fungal ones and then the enzymes coming from plant sources 365 
(Martinez & Gómez, 2016). The heating would take place in a recirculation circuit in order to 366 
ensure a minimal exposure of the mass to the high temperature (browning reactions are 367 
undesirable at this stage) and to the environmental factors.  368 
According to the studies on the impact of heat operations on DON, this stage might not be of 369 
a special concern for toxin reduction, especially because of the time of action: research works 370 
suggest the need of at least 180 ºC temperature to be applied in order to observe significant 371 
modifications in DON levels (Yumbe-Guevara et al., 2003). Nevertheless, considering the 372 
efficient temperature penetration, it has to be considered for further studies.  373 
4.4 Drying and packaging 374 
Drying is performed using a drum drying system which consists of applying the paste as a 375 
thin layer (approximately 1.5-2 mm) on the outer face of an internally steam-heated revolving 376 
drum. The applied internal steam temperature is up to 200 ºC. The product becomes dry after 377 
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three quarters of a drum revolution, with a residence time ranging from few seconds to 378 
dozens of seconds, being then removed with a static scraper with a final humidity <5%, on a 379 
wet basis. The obtained dry material is then ground into flakes or powder and packaged for 380 
delivering (Heldman, 2003). Similar to the roasting stage, an important safety factor to 381 
control is browning reactions (Maillard or caramelisation reactions), which, as mentioned 382 
above, are highly undesirable, and thus the duration of the treatment has to be strictly 383 
controlled.  384 
Regarding DON contamination and the impact of drum drying process, there are no studies 385 
available in baby-food or flour processing. Nevertheless, a study on cereal kernels drum 386 
drying indicates this process as highly efficient, leading to a 25 and 50 % reduction of DON 387 
at 160 and 185 ºC, respectively (initial concentration of DON was 15.8±1.5 μg/g (Pronyk, 388 
Cenkowski, & Abramson, 2006)). Thus, considering the better potential for heat penetrability 389 
in the case of a flour material obtained during cereal-based infant food production process, a 390 
greater decrease in DON and its conjugates might be expected, nonetheless experimental 391 
studies have to be performed in order to confirm that.  392 
5. Further considerations  393 
Cereals are the most important source of energy worldwide and, thus, might represent an 394 
important contributor to mycotoxins exposure through food. DON is the most occurring 395 
Fusarium mycotoxin within cereal production chain. Nowadays, researchers are concerned 396 
about the rates of transfer of these mycotoxins through food production chains. Cereal-based 397 
infant food production process includes flour roasting, pre-gelatinization, enzymatic 398 
hydrolysis, enzymes inactivation, drying and packaging steps. From the revised scientific 399 
literature in the present work two process operations can be highlighted as significantly 400 
affecting DON levels, mainly enzymatic hydrolysis (increase in DON level from 10 to 15 % 401 
compared to the initial contamination by its release from the food matrix) and drum drying 402 
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(decrease in DON due to highly effective thermal treatment). Considering the absence of 403 
available studies specifically designed in mycotoxin transfer through the production of 404 
cereal-based infant foods, a deeper understanding of the production process in combination 405 
with the applied physical and biochemical parameters is required to better assess the nature of 406 
changes in DON and its conjugates levels while processing. Also, taking into account the 407 
strict European regulation concerning the maximum content of DON in infant foods (200 408 
μg/kg), there is an increased need in controlling raw material contamination levels and 409 
designing mitigation strategies against the problem. The main limitation that might be 410 
encountered while designing these mitigation strategies against mycotoxin contamination is 411 
the sensitivity of the raw materials to undergo undesirable chemical changes, mainly 412 
browning reactions, which could imply other health risks for the consumer.   413 
6. Acknowledgements 414 
The authors are grateful to the University of Lleida (grant JADE Plus 218/2016), and to the 415 
Spanish Ministry of Economy and Competitiveness (MINECO, Project AGL2017-87755-R) 416 
for funding this work.  417 
7. References 418 
Alcázar-Alay, S. C., & Meireles, M. A. A. (2015). Physicochemical properties, modifications 419 
and applications of starches from different botanical sources. Food Science and 420 
Technology (Campinas), 35, 215–236. 421 
Ao, Z., & Jane, J. lin. (2007). Characterization and modeling of the A- and B-granule starches 422 
of wheat, triticale, and barley. Carbohydrate Polymers, 67, 46–55.  423 
Awika, J. M. (2011). Major Cereal Grains Production and Use around the World. In: 424 
Advances in Cereal Science: Implications to Food Processing and Health Promotion, 425 
1089, 1–13.  426 
18 
 
Bernhoft, A., Clasen, P. E., Kristoffersen, A. B., & Torp, M. (2010). Less Fusarium 427 
infestation and mycotoxin contamination in organic than in conventional cereals. Food 428 
Additives and Contaminants - Part A Chemistry, Analysis, Control, Exposure and Risk 429 
Assessment, 27, 842–852.  430 
Berthiller, F., Crews, C., Dall’Asta, C., Saeger, S. De, Haesaert, G., Karlovsky, P., … Stroka, 431 
J. (2013). Masked mycotoxins: A review. Molecular Nutrition and Food Research, 57, 432 
165–186.  433 
Berthiller, F., Krska, R., Domig, K. J., Kneifel, W., Juge, N., Schuhmacher, R., & Adam, G. 434 
(2011). Hydrolytic fate of deoxynivalenol-3-glucoside during digestion. Toxicology 435 
Letters, 206, 264–267.  436 
Berthiller, F., Lemmens, M., Werner, U., Krska, R., Hauser, M. T., Adam, G., & 437 
Schuhmacher, R. (2007). Short review: Metabolism of the Fusarium mycotoxins 438 
deoxynivalenol and zearalenone in plants. Mycotoxin Research, 23, 68–72.  439 
Blandino, M., Haidukowski, M., Pascale, M., Plizzari, L., Scudellari, D., & Reyneri, A. 440 
(2012). Integrated strategies for the control of Fusarium head blight and deoxynivalenol 441 
contamination in winter wheat. Field Crops Research, 133, 139–149. 442 
Boevre, M. De, Mavungu, J. D. Di, Maene, P., & Audenaert, K. (2012). Development and 443 
validation of an LC-MS / MS method for the simultaneous determination of 444 
deoxynivalenol , zearalenone , T-2-toxin and some masked me. Food Additives & 445 
Contaminants: Part A: Chemistry, Analysis, Control, Exposure & Risk Assessment, 446 
(May), 37–41. 447 
Boutigny, A. L., Richard-Forget, F., & Barreau, C. (2008). Natural mechanisms for cereal 448 
resistance to the accumulation of Fusarium trichothecenes. European Journal of Plant 449 
Pathology, 121, 411–423.  450 
Bryła, M., Waśkiewicz, A., Podolska, G., Szymczyk, K., Jędrzejczak, R., Damaziak, K., & 451 
Sułek, A. (2016). Occurrence of 26 mycotoxins in the grain of cereals cultivated in 452 
19 
 
Poland. Toxins, 8(6).  453 
Campbell, H., Choo, T. M., Vigier, B., & Underhill, L. (2000). Mycotoxins in barley and oat 454 
samples from Eastern Canada. Canadian Journal of Plant Science, 80, 977–980.  455 
Cano-Sancho, G., Gauchi, J. P., Sanchis, V., Marín, S., & Ramos, A. J. (2011). Quantitative 456 
dietary exposure assessment of the catalonian population (spain) to the mycotoxin 457 
deoxynivalenol. Food Additives and Contaminants - Part A Chemistry, Analysis, 458 
Control, Exposure and Risk Assessment, 28, 1098–1109.  459 
Casp Vanaclocha, A. (2014). Tecnologia de los alimentos de origen vegetal. Volumen 2. 460 
Madrid : Editorial Sintesis SA. 461 
Chung, H. J., Liu, Q., & Hoover, R. (2009). Impact of annealing and heat-moisture treatment 462 
on rapidly digestible, slowly digestible and resistant starch levels in native and 463 
gelatinized corn, pea and lentil starches. Carbohydrate Polymers, 75, 436–447. 464 
Cirillo, T., Ritieni, A., Galvano, F., & Cocchieri, R. A. (2003). Natural co-occurrence of 465 
deoxynivalenol and fumonisins B1and B2in Italian marketed foodstuffs. Food Additives 466 
and Contaminants, 20, 566–571.  467 
Clear, R. M., Patrick, S. K., & Gaba, D. (2000). Prevalence of fungi and fusariotoxins on oat 468 
seed from western Canada, 1995-1997. Canadian Journal of Plant Pathology, 22, 310–469 
314. 470 
Dänicke, S., & Brezina, U. (2013). Kinetics and metabolism of the Fusarium toxin 471 
deoxynivalenol in farm animals: Consequences for diagnosis of exposure and 472 
intoxication and carry over. Food and Chemical Toxicology, 60, 58–75. 473 
De Boevre, M., Di Mavungu, J. D., Landschoot, S., Audenaert, K., Eeckhout, M., Maene, P., 474 
… De Saeger, S. (2012). Natural occurrence of mycotoxins and their masked forms in 475 
food and feed products. World Mycotoxin Journal, 5, 207–219.  476 
De Boevre, M., Di Mavungu, J. D., Maene, P., Audenaert, K., Deforce, D., Haesaert, G., … 477 
20 
 
De Saeger, S. (2012). Development and validation of an LC-MS/MS method for the 478 
simultaneous determination of deoxynivalenol, zearalenone, T-2-toxin and some masked 479 
metabolites in different cereals and cereal-derived food. Food Additives and 480 
Contaminants - Part A Chemistry, Analysis, Control, Exposure and Risk Assessment, 29, 481 
819–835.  482 
Dombrink-Kurtzman, M. A., Poling, S. M., & Kendra, D. F. (2010). Determination of 483 
Deoxynivalenol in Infant Cereal by Immunoaffinity Column Cleanup and High-Pressure 484 
Liquid Chromatography–UV Detection. Journal of Food Protection, 73, 1073–1076. 485 
Doohan, F. M., Brennan, J., & Cooke, B. M. (2003). Influence of climatic factors on 486 
Fusarium species pathogenic to cereals. European Journal of Plant Pathology, 109, 487 
755–768. 488 
Edwards, S. G. (2009). Fusarium mycotoxin content of UK organic and conventional oats. 489 
Food Addit.Contam., 26, 1063–1069.  490 
Erkekoǧlu, P., & Baydar, T. (2010). Toxicity of acrylamide and evaluation of its exposure in 491 
baby foods. Nutrition Research Reviews, 23, 323–333.  492 
Eskola, M., Parikka, P., & Rizzo, A. (2001). Trichothecenes, ochratoxin A and zearalenone 493 
contamination and Fusarium infection in Finnish cereal samples in 1998. Food Additives 494 
and Contaminants, 18, 707–718. 495 
European Commission. (1998). Commission Regulation EC No 1525/98 amending 496 
Regulation EC No 194/97 setting maximum levels for certain contaminants in 497 
foodstuffs. Official Journal of the European Communitites, 201, 43–46. 498 
European Commission. (2006a). Commission Directive 2006/125/EC on processed cereal-499 
based foods and baby foods for infants and young children. Official Journal of the 500 
European Union, (396), 16–35. 501 
European Commission. (2006b). Commission Regulation (EC) No 1881/2006 of 19 502 
December 2006 setting maximum levels for certain contaminants in foodstuffs. Official 503 
21 
 
Journal of the European Communitites, L364(1881), 5–24. 504 
European Food Safety Authority. (2013). Deoxynivalenol in food and feed: occurrence and 505 
exposure. EFSA Journal (Vol. 11).  506 
Eurostat. (2017, november). Agricultural production-crops. Retrieved from Eurostat: 507 
http://ec.europa.eu/eurostat/statistics-explained/index.php/Agricultural_production_-508 
_crops 509 
FAO. (2004). Worldwide regulations for mycotoxins in food and feed in 2003. Rome: Food 510 
and Agricultural Organization of the United Nations . 511 
Fernández-Artigas, P., Guerra-Hernández, E., & García-Villanova, B. (1999). Browning 512 
indicators in model systems and baby cereals. Journal of Agricultural and Food 513 
Chemistry, 47, 2872–2878.  514 
Garda-Buffon, J., Baraj, E., & Badiale-Furlong, E. (2010). Effect of Deoxynivalenol and T-2 515 
toxin in malt amylase activity. Brazilian Archives of Biology and Technology, 53, 505–516 
511.  517 
Ghanbarzadeh, B., & Almasi, H. (2013). Biodegradable polymers. 518 
Gupta, R., Gigras, P., Mohapatra, H., Goswami, V. K., & Chauhan, B. (2003). Microbial α-519 
amylases: A biotechnological perspective. Process Biochemistry, 38, 1599–1616. 520 
Habler, K., & Rychlik, M. (2016). Multi-mycotoxin stable isotope dilution LC-MS/MS 521 
method for Fusarium toxins in beer. Analytical and Bioanalytical Chemistry, 408, 307–522 
317.  523 
Heldman, D. R. (2003). Encyclopedia of Agricultural, Food and Biological Engineering. 524 
New York: Marcel Dekker, Inc. 525 
Hietaniemi, V., Kontturi, M., Rämö, S., Eurola, M., Kangas, A., Niskanen, M., & 526 
Saastamoinen, M. (2004). Contents of trichothecenes in oats during official variety, 527 
organic cultivation and nitrogen fertilization trials in Finland. Agricultural and Food 528 
22 
 
Science, 13, 54–67.  529 
Hietaniemi, V., Rämö, S., Yli-Mattila, T., Jestoi, M., Peltonen, S., Kartio, M., … Parikka, P. 530 
(2016). Updated survey of Fusarium species and toxins in Finnish cereal grains. Food 531 
Additives and Contaminants - Part A Chemistry, Analysis, Control, Exposure and Risk 532 
Assessment, 33, 831–848.  533 
Hofgaard, I. S., Aamot, H. U., Torp, T., Jestoi, M., Lattanzio, V. M. T., Klemsdal, S. S., … 534 
Brodal, G. (2016). Associations between Fusarium species and mycotoxins in oats and 535 
spring wheat from farmers’ fields in Norway over a six-year period. World Mycotoxin 536 
Journal, 9, 365–378.  537 
Hope, R., Aldred, D., & Magan, N. (2005). Comparison of environmental profiles for growth 538 
and deoxynivalenol production by Fusarium culmorum and F. graminearum on wheat 539 
grain. Letters in Applied Microbiology, 40, 295–300. 540 
Israel-Roming, F., & Avram, M. (2010). Deoxynivalenol stability during wheat processing. 541 
Romanian Biotechnological Letters, 15(SUPPL.3), 47–50. 542 
Juan, C., Raiola, A., Manes, J., & Ritieni, A. (2014). Presence of mycotoxin in commercial 543 
infant formulas and baby foods from Italian market. Food Control, 39, 227–236. 544 
Krysinska-Traczyk, E., Perkowski, J., & Dutkiewicz, J. (2007). Levels of Fungi and 545 
Mycotoxins in the Samples of Grain and Grain dust. Annals of Agricultural and 546 
Environmental Medicine, 14, 159–167. 547 
Kuzdraliński, A., Solarska, E., & Mazurkiewicz, J. (2013). Mycotoxin content of organic and 548 
conventional oats from southeastern Poland. Food Control, 33, 68–72. 549 
Lemmens, M., Scholz, U., Berthiller, F., Dall ’asta, C., Koutnik, A., Schuhmacher, R., … 550 
Ruckenbauer, P. (2005). The Ability to Detoxify the Mycotoxin Deoxynivalenol 551 
Colocalizes With a Major Quantitative Trait Locus for Fusarium Head Blight Resistance 552 
in Wheat. Molecular Plant-Microbe Interactions, 18, 1318–1324.  553 
Lii, C. Y., Shao, Y. Y., & Tseng, K. H. (1995). Gelation mechanism and rheological 554 
23 
 
properties of rice starch. Cereal Chemistry, 72, 393–400. 555 
Lindblad, M., Börjesson, T., Hietaniemi, V., & Elen, O. (2012). Statistical analysis of 556 
agronomical factors and weather conditions influencing deoxynivalenol levels in oats in 557 
Scandinavia. Food Additives and Contaminants - Part A Chemistry, Analysis, Control, 558 
Exposure and Risk Assessment, 29, 1566–1571.  559 
Lindblad, M., Gidlund, A., Sulyok, M., Börjesson, T., Krska, R., Olsen, M., & Fredlund, E. 560 
(2013). Deoxynivalenol and other selected Fusarium toxins in swedish wheat - 561 
occurrence and correlation to specific fusarium species. International Journal of Food 562 
Microbiology, 167, 284–291. 563 
Lombaert, G. A., Pellaers, P., Roscoe, V., Mankotia, M., Neil, R., & Scott, P. M. (2003). 564 
Mycotoxins in infant cereal foods from the Canadian retail market. Food Additives and 565 
Contaminants, 20, 494–504.  566 
Lu, H., Leal Ruiz, M. J., Míguez, M. P., & Fernández-Franzón, M. (2013). Detection of 567 
seven trichothecene mycotoxins in infant cereal foods by QuEChERS extraction and 568 
liquid chromatography coupled to tandem mass spectrometry. Revista de Toxicologia, 569 
30, 203–208. 570 
Malachova, A., Dzuman, Z., Veprikova, Z., Vaclavikova, M., Zachariasova, M., & Hajslova, 571 
J. (2011). Deoxynivalenol, deoxynivalenol-3-glucoside, and enniatins: The major 572 
mycotoxins found in cereal-based products on the Czech market. Journal of Agricultural 573 
and Food Chemistry, 59, 12990–12997. 574 
Malachova, A., Varga, E., Schwartz, H., Krska, R., & Berthiller, F. (2012). Development, 575 
validation and application of an LC-MS/MS based method for the determination of 576 
deoxynivalenol and its conjugates in different types of beer. World Mycotoxin Journal, 577 
5, 261–270. 578 
Martinez, M. M., & Gómez, M. (2016). Insight of the α-Amylase Family of Enzymes. In 579 
Microbial Enzyme Technology in Food Applications (pp. 21–45). 580 
24 
 
Martos, P., Thompson, W., & Diaz, G. (2010). Multiresidue mycotoxin analysis in wheat, 581 
barley, oats, rye and maize grain by high-performance liquid chromatography-tandem 582 
mass spectrometry. World Mycotoxin Journal, 3, 205–223. 583 
Ministry of Health of the Union of Soviet Socialist Republics. (1989). Медико-584 
биологические требования и санитарные нормы качества продовольственного 585 
сырья и пищевых продуктов N 5061-89. Kyiv: Главное санитарно-586 
эпидемиологическое управление Министерства здравоохранения Украины. 587 
Nielsen, L. K., Jensen, J. D., Nielsen, G. C., Jensen, J. E., Spliid, N. H., Thomsen, I. K., … 588 
Jørgensen, L. N. (2011). Fusarium head blight of cereals in Denmark: species complex 589 
and related mycotoxins. Phytopathology, 101, 960–969. 590 
Oueslati, S., Berrada, H., Mañes, J., & Juan, C. (2018). Presence of mycotoxins in Tunisian 591 
infant foods samples and subsequent risk assessment. Food Control, 84, 362–369.  592 
Pereira, V. L., Fernandes, J. O., & Cunha, S. C. (2015). Comparative assessment of three 593 
cleanup procedures after QuEChERS extraction for determination of trichothecenes 594 
(type A and type B) in processed cereal-based baby foods by GC–MS. Food Chemistry, 595 
182, 143–149. 596 
Placinta, C. M., D’Mello, J. P. F., & MacDonald, A. M. C. (1999). A review of worldwide 597 
contamination of cereal grains and animal feed with Fusarium mycotoxins. Animal Feed 598 
Science and Technology, 78, 21–37. 599 
Pleadin, J., Staver, M. M., Markov, K., Frece, J., Zadravec, M., Jaki, V., … Vahčić, N. 600 
(2017). Mycotoxins in organic and conventional cereals and cereal products grown and 601 
marketed in Croatia. Mycotoxin Research, 33, 219–227.  602 
Pleadin, J., Vahčić, N., Perši, N., Ševelj, D., Markov, K., & Frece, J. (2013). Fusarium 603 




Pronyk, C., Cenkowski, S., & Abramson, D. (2006). Superheated steam reduction of 606 
deoxynivalenol in naturally contaminated wheat kernels. Food Control, 17, 789–796. 607 
Raiola, A., Tenore, G. C., Manyes, L., Meca, G., & Ritieni, A. (2015). Risk analysis of main 608 
mycotoxins occurring in food for children: An overview. Food and Chemical 609 
Toxicology, 84, 169–180. 610 
Rasmussen, P. H., Ghorbani, F., & Berg, T. (2003). Deoxynivalenol and other Fusarium 611 
toxins in wheat and rye flours on the Danish market. Food Additives and Contaminants, 612 
20, 396–404.  613 
Rasmussen, P. H., Nielsen, K. F., Ghorbani, F., Spliid, N. H., Nielsen, G. C., & Joørgensen, 614 
L. N. (2012). Occurrence of different trichothecenes and deoxynivalenol- 3-β-D-615 
glucoside in naturally and artificially contaminated Danish cereal grains and whole 616 
maize plants. Mycotoxin Research, 28, 181–190. 617 
Romagnoli, B., Ferrari, M., & Bergamini, C. (2010). Simultaneous determination of 618 
deoxynivalenol, zearalenone, T-2 and HT-2 toxins in breakfast cereals and baby food by 619 
high-performance liquid chromatography and tandemmass spectrometry. Journal of 620 
Mass Spectrometry, 45, 1075–1080.  621 
Rychlik, M., Humpf, H. U., Marko, D., Dänicke, S., Mally, A., Berthiller, F., … Lorenz, N. 622 
(2014). Proposal of a comprehensive definition of modified and other forms of 623 
mycotoxins including “masked” mycotoxins. Mycotoxin Research, 30, 197–205. 624 
Sang, Y., Bean, S., Seib, P. a, Pedersen, J., & Shi, Y. (2008). Structure and Functional 625 
Properties of Sorghum Starches Differing in Amylose Content Structure and Functional 626 
Properties of Sorghum Starches Differing in Amylose Content, Journal of Agricultural 627 
and Food Chemistry, 56, 6680–6685. 628 
Sasaki, T., & Matsuki, J. (1998). Effect of wheat starch structure on swelling power. Cereal 629 
Chemistry, 75, 525–529.  630 
Schollenberger, M., Jara, T. H., Suchy, S., Drochner, W., & Muller, H.-M. (2002). Fusarium 631 
26 
 
toxins in wheat flour collected in an area in southwest Germany. International Journal 632 
of Food Microbiology, 72, 85–89. 633 
Schollenberger, M., Suchy, S., Jara, T. H., Drochner, W., & Müller, H. M. (1999). A survey 634 
of Fusarium toxins in cereal-based foods marketed in an area of southwest Germany. 635 
Mycopathologia, 147, 49–57.  636 
Scudamore, K. A., Baillie, H., Patel, S., & Edwards, S. G. (2007). Occurrence and fate of 637 
Fusarium mycotoxins during commercial processing of oats in the UK. Food Additives 638 
and Contaminants, 24, 1374–1385.  639 
Simsek, S., Burgess, K., Whitney, K. L., Gu, Y., & Qian, S. Y. (2012). Analysis of 640 
Deoxynivalenol and Deoxynivalenol-3-glucoside in wheat. Food Control, 26, 287–292. 641 
Škrbić, B., Živančev, J., Durišić-Mladenović, N., & Godula, M. (2012). Principal mycotoxins 642 
in wheat flour from the Serbian market: Levels and assessment of the exposure by 643 
wheat-based products. Food Control, 25, 389–396. 644 
Sobrova, P., Adam, V., Vasatkova, A., Beklova, M., Zeman, L., & Kizek, R. (2010). 645 
Deoxynivalenol and its toxicity. Interdisciplinary Toxicology, 3, 94–99. 646 
Statistica. (2018). Statistic Portal. Retrieved from www.statistica.com: 647 
https://www.statista.com/statistics/526023/annual-rainfall-in-belgium/ 648 
Sugita-Konishi, Y., Park, B. J., Kobayashi-Hattori, K., Tanaka, T., Chonan, T., Yoshikawa, 649 
K., & Kumagai, S. (2006). Effect of Cooking Process on the Deoxynivalenol Content 650 
and Its Subsequent Cytotoxicity in Wheat Products. Bioscience, Biotechnology, and 651 
Biochemistry, 70, 1764–1768. 652 
Tako, M., Tamaki, Y., Teruya, T., & Takeda, Y. (2014). The Principles of Starch 653 
Gelatinization and Retrogradation. Food and Nutrition Sciences, 05, 280–291. 654 
Tamburic-Ilincic, L. (2010). Fusarium species and mycotoxins associated with oat in 655 
southwestern Ontario , Canada. Canadian Journal of Plant Science, 90, 211–216. 656 
27 
 
Tanaka, T., Hasegawa, A., Yamamoto, S., Lee, U. S., Sugiura, Y., & Ueno, Y. (1988). 657 
Worldwide contamination of cereals by the fusarium mycotoxins nivalenol, 658 
deoxynivalenol, and zearalenone. 1. survey of 19 countries. Journal of Agricultural and 659 
Food Chemistry, 36, 979–983. 660 
Tangni, E. K., Pussemier, L., Schneider, Y., & Larondelle, Y. (2013). Mycotoxines dans les 661 
céréales et produits dérivés : revue de la littérature sur les fi lières biologiques et 662 
conventionnelles en Europe. Cah Agric, 22, 152–164. 663 
Tester, R. F., & Karkalas, J. (1996). Swelling and gelatinization of oat starches. Cereal 664 
Chemistry, 73, 271–277. 665 
Tester, R. F., Karkalas, J., & Qi, X. (2004). Starch - Composition, fine structure and 666 
architecture. Journal of Cereal Science, 39, 151–165. 667 
Tester, R. F., & Morrison, W. R. (1990). Swelling and gelatinization of cereal starches. I. 668 
Effects of amylopectin, amylose, and lipids. Cereal Chemistry, 67, 551–557. 669 
Tester, R. F., & Sommerville, M. D. (2001). Swelling and enzymatic hydrolysis of starch in 670 
low water systems. Journal of Cereal Science, 33, 193–203.  671 
Tima, H., Brückner, A., Mohácsi-Farkas, C., & Kiskó, G. (2016). Fusarium mycotoxins in 672 
cereals harvested from Hungarian fields. Food Additives and Contaminants: Part B 673 
Surveillance, 9, 127–131. 674 
Tutelyan, V. A., Zakharova, L. P., Sedova, I. B., Perederyaev, O. I., Aristarkhova, T. V., & 675 
Eller, K. I. (2013). Fusariotoxins in Russian Federation 2005-2010 grain harvests. Food 676 
Additives and Contaminants: Part B Surveillance, 6, 139–145.  677 
Twaruzek, M., Błajet-Kosicka, A., Wenda-Piesik, A., Pałubicki, J., & Grajewski, J. (2013). 678 
Statistical comparison of Fusarium mycotoxins content in oat grain and related products 679 
from two agricultural systems. Food Control, 34, 291–295.  680 
Uhlig, S., Eriksen, G. S., Hofgaard, I. S., Krska, R., Beltrán, E., & Sulyok, M. (2013). Faces 681 
of a changing climate: Semi-quantitative multi-mycotoxin analysis of grain grown in 682 
28 
 
exceptional climatic conditions in Norway. Toxins, 5, 1682–1697. 683 
Ul Hassan, Z., Al Thani, R., A. Atia, F., Al Meer, S., Migheli, Q., & Jaoua, S. (2018). Co-684 
occurrence of mycotoxins in commercial formula milk and cereal-based baby food on 685 
the Qatar market. Food Additives and Contaminants: Part B Surveillance, 00(00), 1–7. 686 
Vanheule, A., Audenaert, K., De Boevre, M., Landschoot, S., Bekaert, B., Munaut, F., … 687 
Haesaert, G. (2014). The compositional mosaic of Fusarium species and their 688 
mycotoxins in unprocessed cereals, food and feed products in Belgium. International 689 
Journal of Food Microbiology, 181, 28–36. 690 
Verwimp, T., Vandeputte, G. E., Marrant, K., & Delcour, J. A. (2004). Isolation and 691 
characterisation of rye starch. Journal of Cereal Science, 39, 85–90. 692 
Vidal, A., Ambrosio, A., Sanchis, V., Ramos, A. J., & Marín, S. (2016). Enzyme bread 693 
improvers affect the stability of deoxynivalenol and deoxynivalenol-3-glucoside during 694 
breadmaking. Food Chemistry, 208, 288–296. 695 
Wolf, C. E., & Bullerman, L. B. (1998). Heat and pH alter the concentration of 696 
deoxynivalenol in an aqueous environment. Journal of Food Protection, 61, 365–367.  697 
Yumbe-Guevara, B. E., Imoto, T., & Yoshizawa, T. (2003). Effects of heating procedures on 698 
deoxynivalenol, nivalenol and zearalenone levels in naturally contaminated barley and 699 
wheat. Food Additives and Contaminants, 20, 1132–1140. 700 
Zachariasova, M., Vaclavikova, M., Lacina, O., Vaclavik, L., & Hajslova, J. (2012). 701 
Deoxynivalenol oligoglycosides: New “masked” fusarium toxins occurring in malt, 702 
beer, and breadstuff. Journal of Agricultural and Food Chemistry, 60, 9280–9291.  703 
Zhang, K., Wong, J. W., Krynitsky, A. J., & Trucksess, M. W. (2014). Determining 704 
mycotoxins in baby foods and animal feeds using stable isotope dilution and liquid 705 
chromatography tandem mass spectrometry. Journal of Agricultural and Food 706 
Chemistry, 62, 8935–8943. 707 
Zhou, M., Robards, K., Glennie-Holmes, M., & Helliwell, S. (1998). Structure and pasting 708 
29 
 
properties of oat starch. Cereal Chemistry, 75, 273–281. 709 
Zinedine, A., Soriano, J. M., Moltó, J. C., & Mañes, J. (2007). Review on the toxicity, 710 
occurrence, metabolism, detoxification, regulations and intake of zearalenone: An 711 
oestrogenic mycotoxin. Food and Chemical Toxicology, 45, 1–18. 712 
 713 
 
Figure 1: Natural mechanisms for cereal resistance to Fusarium Head Blight (FHB) and 
trichothecenes accumulation (adapted from Boutigny, Richard-Forget, & Barreau, 
2008). 
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Figure 3: Chemical structure of amylose and amylopectin (Ghanbarzadeh & Almasi, 
2013) 
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1/6 46 - (De Boevre et al., 2012) 
9/11 810.1 62-2216 (Rasmussen et al., 2012) 
Canada 
34/73 330 <100-1200 (Campbell, Choo, Vigier, 
& Underhill, 2000) 
63/82 190 - (Clear, Patrick, & Gaba, 
2000) 
6/10 42.5 22-71 (Martos, Thompson, & 
Diaz, 2010) 
4/4 700 200-1200 (Tamburic-Ilincic, 2010) 
Croatia 






C: 33-546 (Pleadin et al., 2017) 
Denmark -/22 44 - (Nielsen et al., 2011) 
Finland  
ND - 1300-2600 
(Placinta, D’Mello, & 
MacDonald, 1999) 
35/51 154.8 25-896 (Hietaniemi et al., 2004) 
-/470 237.4 Max:8800 
(M. Lindblad, Börjesson, 
Hietaniemi, & Elen, 
2012) 
129/137 618 0-9298 (Hietaniemi et al., 2016) 












Kristoffersen, & Torp, 
2010) 
-/171 476.4 Max: 22000 (M. Lindblad et al., 2012) 
28/28 M: 2070 Max: 7230 (Uhlig et al., 2013) 
260/289 - 50-30000 (Hofgaard et al., 2016) 
Poland 




















Pałubicki, & Grajewski, 
2013) 
4/4 113 67-149 (Bryła et al., 2016) 
Russia 2/8 92 90-94 (Tutelyan et al., 2013) 
Scandinavia 4/4 628 - (Scudamore, Baillie, 
Patel, & Edwards, 2007) 
Sweden 
-/33 199.5 Max: 2340 (M. Lindblad et al., 2012) 
93/93 M: 172 Max: 5544 
(Mats Lindblad et al., 
2013) 
UK and Ireland 8/8 13 - (Scudamore et al., 2007) 
UK 147/458 11 0-282 (Edwards, 2009) 
Table
Wheat 
Argentina ND - 100-9250 (Placinta et al., 1999) 
Belgium 
4/6 58.5 16-150 (De Boevre et al., 2012) 
6/6 910.5 46-2638 (Rasmussen et al., 2012) 
81/93 1053 - (Vanheule et al., 2014) 
Brazil ND - 470-590 
(Placinta et al., 1999) 
Bulgaria ND - <1800 
Canada 
ND - 10-10500 (Placinta et al., 1999) 








(Pleadin et al., 2017) 
Finland 28/61 420 Max: 2224 (Hietaniemi et al., 2016) 
Germany ND - 4-20500 (Placinta et al., 1999) 
Hungary 
2/2 383 <1400 (Uhlig et al., 2013) 
21/29 478 230-1880 (Tima et al., 2016) 
Japan ND - 30-1280 (Placinta et al., 1999) 
Netherlands ND - 20-231 (Placinta et al., 1999) 
Norway 






(Bernhoft et al., 2010) 
163/178 - Max: 16000 (Hofgaard et al., 2016) 
Poland 
ND - 2000-40000 (Placinta et al., 1999) 
45/45 770.7 82-2975 (Bryła et al., 2016) 
USA ND - <9300 (Placinta et al., 1999) 
Barley 
Belgium 64/65 2029 - (Vanheule et al., 2014) 
Canada 
84/116 1370 Max: 9110 (Campbell et al., 2000) 
20/20 816.4 78-2449 (Martos et al., 2010) 
Croatia 







(Pleadin et al., 2017) 
Finland 59/86 308.8 Max: 4752 (Hietaniemi et al., 2016) 
Hungary 14/29 339 240-429 (Tima et al., 2016) 
Korea ND - 5-361 (Placinta et al., 1999) 
Netherlands ND - 4-152 (Placinta et al., 1999) 
Norway 





C: <20-207 (Bernhoft et al., 2010) 
20/20 M: 150 Max: 636 (Uhlig et al., 2013) 
Poland  
5/5 22 Max: 40 (Krysinska-Traczyk et 
al., 2007) 
20/24 370 54-1602 (Bryła et al., 2016) 
Russia 10/214 370.2 60-1280 (Tutelyan et al., 2013) 
USA ND - <500-26000 (Placinta et al., 1999) 
Maize 
Belgium 6/6 2036 411-5245 
(Boevre, Mavungu, 
Maene, & Audenaert, 
2012) 
Canada 
ND - 20-4090 (Placinta et al., 1999) 
14/15 1513.5 574-4865 (Martos et al., 2010) 
China ND - 490-3100 (Placinta et al., 1999) 
Croatia 







(Pleadin et al., 2017) 
Hungary 25/29 1872 225-2963 (Tima et al., 2016) 
New Zeeland ND - 3400-8500 (Placinta et al., 1999) 
Poland  1/2 180 180 (Krysinska-Traczyk et 
al., 2007) 
Russia 1/53 70 - (Tutelyan et al., 2013) 
South Africa ND - Max: 1830 (Placinta et al., 1999) 
Rye 
Canada 15/15 269.8 87-500 (Martos et al., 2010) 






(Pleadin et al., 2017) 
Denmark 17/17 56 - (Nielsen et al., 2011) 
Finland  
38/43 - 5-100 
(Eskola, Parikka, & 
Rizzo, 2001) 
2/13 25 12-40 (Hietaniemi et al., 2016) 
Netherlands ND - 8-384 (Placinta et al., 1999) 
Poland  5/5 19 - 
(Krysinska-Traczyk et 
al., 2007) 
Russia 1/63 60 - (Tutelyan et al., 2013) 
Triticale 
Denmark 4/5 306 43-737 (Rasmussen et al., 2012) 
Poland  15/20 573 196-1326 (Bryła et al., 2016) 





Table 2: Occurrence of deoxynivalenol (DON) in cereal-based baby food and food for young 1 
children 2 




Reference Mean (+ve/total 
samples) 
Range 
Cereal-based food Germany  61(15/25) 15-314 (Schollenberger, Suchy, Jara, 
Drochner, & Müller, 1999) 
Biscuits and pasta Italy  35 (7/12) 7-166 (Cirillo, Ritieni, Galvano, & 
Cocchieri, 2003) 
Oat based cereals  
Canada 
52 (33/53) Max: 90 
(Lombaert et al., 2003) 
Barley based cereals  260 (29/50) 
Max: 
980 
Soy based cereals 116 (8/8) 
Max: 
240 
Rice based  (0/9) - 
Multigrain cereals  116 (62/86) Max: 
400 
Cereal-based food Italy (16/44) ND (Romagnoli, Ferrari, & Bergamini, 
2010) 




POLING, & KENDRA, 2010) 
Oat based cereals 13 (8/18) 
Mixed cereals 35.1 (15/23) 
Cereal-based food Spain  131 (12/30) 
Max: 
286 






(Juan et al., 2014) 






















ND (4/7) 46-877 (Zhang et al., 2014) 
Cereal-based food Portugal 160.6(4/9) 29-271 (Pereira et al., 2015) 
Breakfast cereals 
Tunisia  
13 (5/10) 5-47 
(Oueslati et al., 2018) Infant cereals 46 (6/6) 10-110 
Baby mix 61 (7/9) 12-109 
ND=not defined.  3 
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